Value of the data
Pathophysiological mechanisms underlying the J-shaped relationship between alcohol consumption and CHD are not completely understood.
Data concerning alcohol consumption and atherosclerosis are scarce.
In this cross-sectional study, the heavy alcohol consumption was positively associated with CAC. Mechanisms other than the reduced deposition of calcium in the atherosclerotic lesions may be responsible for the beneficial association of light to moderate alcohol consumption with CHD.
This data may be useful for scientists interested in exploring the mechanisms underlying the association between alcohol and CHD.
Data
The tables presented in the current article are supplementary material to our primary article 'Association of Alcohol Consumption and Aortic Calcification in Healthy Men Aged 40-49 Years for the ERA JUMP Study' [1] . In an international population-based cross-sectional study, we have assessed the relationship between alcohol consumption and CAC among middle-aged asymptomatic men. Tables 1-1 and 2-1 (Tobit conditional regression models) and 1-2 and 2-2 (ordinal logistic regression models) present the overall as well as race/ethnicity-stratified association of alcohol consumption with CAC. The results showed that the heavy alcohol consumption was positively and significantly associated with CAC after adjusting for cardiovascular risk factors.
Experimental design, materials, and methods

Study population
An international study, the ERA JUMP, was initiated between 2002 to 2006 to assess the prevalence and risk factors associated with subclinical atherosclerosis among 300 Japanese men in Kusatsu, Japan, 300 US White and 100 Black men in Pittsburgh, US, and 300 Japanese American men in Honolulu, US. The ERA-JUMP study enrolled men aged 40-49 years old, free of clinical CVD or other severe diseases. In Japan, participants were randomly selected using basic residents' register. In Pittsburgh, White and Black study participants were randomly selected from the voter registration list. In Honolulu, study participants were randomly selected from the offspring of the members of the Honolulu Heart Program cohort [2] .
Experimental design, materials, and methods
Following standardized protocols, information from study participants was obtained using a lifestyle questionnaire, physical examination, and a laboratory assessment. Data were collected on body weight, height, blood pressure, heart rate, smoking, use of medications (antihypertensive, antidiabetic, and lipid-lowering), meat intake, physical activity related to the current job, and alcohol consumption. Collected blood samples were stored at -70°C and shipped on dry ice from all the centers to the University of Pittsburgh. Total cholesterol, HDL-C, and triglycerides were determined using the protocol standardized by the Centers for Disease Control and Prevention [3] . The Friedewald equation was used to calculate LDL-C [4] . Serum sample were also used to measure glucose (a hexokinase-glucose-6-phosphate-dehydrogenase enzymatic assay), CRP (a calorimetric-competitiveenzyme-linked-immuno-sorbent assay), and fibrinogen (an automated-clot-rate assay). Using standardized protocol across all centers, CAC was evaluated by EBCT using a GE-Imatron C150 Electron Beam Tomography scanner (GE Medical Systems, South San Francisco, US) [2, 5] and quantified using the Agatston method [6] .
Statistical analysis
Tobit conditional regression and ordinal logistic regression were used to model the association of alcohol consumption and CAC after adjusting for potential confounders and intermediary variables. Alcohol consumption was categorized into four groups: 0 (non-drinkers), r 1 (light drinkers), 4 1 to r 3 (moderate drinkers) and 43 drinks per day (heavy drinkers) (1 drink ¼12.5 g of ethanol). For Tobit regression, outcome variable was natural log of (CAC þ1). For ordinal logistic regression, we used four CAC score categories: 0-9, 10-99, 100-299 and Z300. For Tobit regression and ordinal regression, Model I was adjusted for age, race/ethnicity, and the years of education; Model II was further adjusted for potential confounders (pack-years of smoking, BMI, diabetes, lipid-lowering medications, physical activity at job, meat intake, LDL-C, and CRP); Model III was additionally adjusted for intermediary variables (hypertension, HDL-C, triglycerides, and fibrinogen) in the relation Model II: Model I þ pack-years of smoking, BMI, diabetes, anti-lipid medication, job physical activity, meat intake, LDL-C, and CRP; Model III: Model II þ HDL-C, triglycerides, hypertension, and fibrinogen; a p-trend shows p-value for linear and quadratic trend across the alcohol consumption categories calculated using contrast. Model I þ pack-years of smoking, BMI, diabetes, anti-lipid medication, job physical activity, meat intake, LDL-C, and CRP Model III: Model II þ HDL-C, triglycerides, hypertension, and fibrinogen a p-trend shows p-value for linear and quadratic trend across the alcohol consumption categories calculated using contrast. Model II: Model I þ pack-years of smoking, BMI, diabetes, anti-lipid medication, job physical activity, meat intake, LDL-C, and CRP; Model III: Model II þ HDL-C, triglycerides, hypertension, and fibrinogen; a p trend shows p-value for linear and quadratic trend across the alcohol consumption categories calculated using contrast. between alcohol consumption and atherosclerosis/CHD. In model III, we tested the interaction between race/ethnicity and alcohol consumption on CAC. We also conducted the race/ethnicitystratified analysis. All p-values were two-tailed and p-value o0.05 was considered as significant.
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